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DiabetesAbstract Hemichorea hemiballismus is a rare manifestation seen in diabetic patients. MRI in these
patients shows characteristic ﬁndings with T1w hyperintensity in striatum. We present a case of
60 year old female showing classical clinical and MRI features.
 2014 Production and hosting by Elsevier B.V. on behalf of Egyptian Society of Radiology and Nuclear
Medicine. Open access under CC BY-NC-ND license.A 60 year newly diagnosed diabetic female patient pre-
sented with new onset abnormal involuntary movements
involving the right upper limb and lower limb. The movement
was low amplitude jerking type. It initially started with both
the upper and lower limb. Her fasting blood glucose was
438 mg/dl with HbA1c value 9.2%. Urine examination was
negative for ketones. Rest of the blood tests were normal with
no obvious electrolyte imbalance. MRI brain of the patient
was performed. On MRI, there was e/o hyperintensity seen
involving left putamen region on T1w images (Fig. 1). This
region was isointense on T2w images (Fig. 2). No restriction
was seen on DW/ADC images (Fig. 3). There was no e/o
any blooming seen on SW images (Fig. 4). Based on clinical
presentation, laboratory investigations and MRI ﬁnding diag-nosis of Non ketotic hyperglycaemic hemichorea hemiballis-
mus syndrome was made.
Diabetic patients with non-ketotic hyperglycaemia can
present with a rare clinical syndrome characterized by hemi-
choreahemiballism (1).
CT brain in these patients shows e/o striatal hyperdensity.
MRI reveals striatum hyperintense on T1w image, hypo/isoin-
tense on T2w image, lack of restriction on diffusion images
and no abnormality on GRE images (2).
Cause of T1w hyperintensity is controversial with calciﬁca-
tion (3) and petechial haemorrhage (4) initially was postulated
to be the cause. Histopathological ﬁndings by stereotactic
biopsy of striatum have revealed gliotic brain tissue containing
abundant gemistocytes. This has suggested that the hyperin-
tensities in T1 could be due to the protein hydration layer
inside the cytoplasm of the swollen gemistocytes (5,6).
It has been postulated that gemistocytes abundantly present
in the basal ganglia cause excessive neuronal activity especially
in the GABA-ergic projections and can be responsible for
causing hemichorea-hemiballism (7).
Fig. 3 DW/ADC b value 1000 images showing lack of any
restriction.
Fig. 2 Axial T2w image showing evidence of isointense signal
involving left putamen region.
Fig. 4 SW image showing lack of any blooming in the left
putamen region.
Fig. 1 Axial T1w image showing evidence of hyperintensity
involving left putamen region.
878 V. Bhatia et al.The aetiology of hemichorea-hemiballism occurring in
non-ketotic hyperglycaemia is poorly understood. A possible
genetic predisposition is suggested based on increased
prevalence of hemichoreahemiballism seen in Asian patients
(8).
The basal ganglia hyperintensity usually is seen to resolve in
few months however persistent hyperintensity for years has
been noted (8). Movement disorder generally resolves within
24–48 h of normoglycaemia however it may persist for a longer
duration (2).
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